There has been growing evidence that lifestyle factors may affect the health and lifespan of an individual by affecting telomere length. Telomeres are unique protein-DNA structures that comprise the termini of eukaryotic linear chromosomes. Telomere length shortens with age.
Introduction
Telomeres, the DNA-protein complexes at chromosome ends, protect genome from degradation and interchromosomal fusion. The rate of telomere shortening can be either increased or decreased by specific lifestyle factors. Better choice of diet and activities has great potential to reduce the rate of telomere shortening or at least prevent excessive telomere attrition, leading to delayed onset of age-associated diseases and increased lifespan. To preserve telomeres and pace of aging, we may consider to eat less ( include antioxidants, fiber, soy protein and healthy fats in our diet), and stay lean, active, healthy, and stress-free through regular exercise and meditation.
Telomere
The term "telomere" was coined by Muller (1962) from the Greek for "end" (telos) and "part" (meros). 
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Telomerase
The complete replication of telomeric DNA requires telomerase, Telomere and telomerase activities are varied and important in many aspects of the control of cellular replication.
Telomeres prevent the cell from treating chromosome ends as broken chromosomes.
Telomeres also appear to play a role in the correct pairing and movement of chromosomes at meioses. They serve as the attachment points to the nuclear matrix.
They help to ensure equal distribution of genetic material into each gamete at meiosis.
They are involved in regulating the expression of highly variable subtelomeric genes in response to environmental changes.
Telomerase also shows important roles in stem cell proliferation, as well as reprogramming of induced pluripotent stem cells.
Effect on Telomeres during cell-division
Telomeres provide a reservoir against the loss of few base pairs taking place at every cell replication cycle due to the end replication problem. This shortening of telomeres at every cell cycle represents a genetic mitotic clock, which counts the number of cell divisions rather than chronological or metabolic age. When telomeres shorten critically, the cells are signaled to pull out of the cell cycle pool and enter into the senescence phase.
Telomeres shorten as a function of proliferative age. Human diploid fibroblasts have a mean TRF length of 7-9kb in the adults, which falls to around 5-7kb by the time the cells reach the senescence limit described by Hayflick [15] [16] [17] . When the telomere length is reduced to a critical point, a signal is given to stop further cell division, which is the hallmark of cellular exercise, body weight, and smoking [22] [23] [24] [25] [26] .
Smoking, obesity, lack of exercise, and consumption of unhealthy diet can increase the pace of telomere shortening, leading to illness or premature death. Excessive telomere shortening can affect health and lifespan at multiple levels. Accelerated telomere shortening is associated with early onset of many age-associated health problems, including coronary heart disease, heart failure, diabetes, increased cancer risk, and osteoporosis 27, 28 . 
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